1. In male Wistar rats urinary kallikrein excretion was positively correlated with urinary flow and glomerular filtration rate (GFR).
Introduction
Urinary kallikrein is biochemically indistinguishable from renal kallikrein. Four types of kallikrein were isolated from urine and rat kidney with similar molecular weight, pH optimum and ability to liberate bradykinin from kininogen [ l , 21. Renal kallikrein is principally located at the level of the distal nephron tubule [31. The distal tubular cells release the enzyme into the tubular fluid, without important modification, by an unknown mechanism.
Our purpose was to study the effect of urine flow on urinary kallikrein excretion under physiological conditions.
Materials and methods
Male Wistar rats each weighing approximately 250 g were used. In one group of rats, 24 h urine samples were collected in plastic beakers by placing the rats in individual metabolic cages. 
Discussion
An increase in urine flow rate has been reported to be associated with a concomitant increase in urinary kallikrein excretion 19-12]. This suggests that, in some conditions, the urinary kallikrein excretion could be a wash-out effect on renal kallikrein. The results observed in control animals, in which kallikrein excretion was positively correlated with the urine flow and the GFR, are in agreement with this hypothesis.
The principal site of action of an osmotic diuretic within the nephron is at the proximal tubule. In our experimental animals glucose infusion did not modify the GFR. In keeping with the wash-out hypothesis glucose infusion should increase urinary kallikrein excretion. Also, a positive correlation with urine flow and no correlation with GFR should be observed, since the presumed site of kallikrein formation is the distal tubule. These suggested effects are in fact those observed in our experiments.
Recently, Bonner et al. [ 131 reported that mannitol solution increased kallikrein excretion without correlation with urine flow. The lack of correlation in their study does not agree with our results. A possible explanation of the discrepancy is that the number of animals used in their study was small (six).
In conclusion, we think that at least under the conditions of our experiments the principal mechanism regulating kallikrein excretion into the renal tubule is a wash-out effect on renal kallikrein.
